Introduction {#sec1-1}
============

Acute acquired comitant esotropia (AACE) has been used to describe a dramatic onset of a relatively large angle esotropia with diplopia and minimal refractive error.\[[@ref1][@ref2]\] The prevalence of acute esotropia is not known, but is considered rare.\[[@ref3]\] It has been classified into three forms. (1) That occurring after artificial interruption of binocular vision; (Swan type). (2) That occurring without interruption of binocular vision as a result of a decompensated esophoria; (Franceschetti). (3) That caused by an intracranial pathologic process.\[[@ref2]\]

Case Report {#sec1-2}
===========

We present a series of five cases who presented with diplopia that developed acutely, ranging from 4 days to 2 months. The details of the cases are as given in [Table 1](#T1){ref-type="table"}.

###### 

Table showing the clinical features of the five cases with acute acquired comitant esotropia

![](OJO-5-103-g001)

The patient\'s age ranged from 5 to 12 years. All patients complained of diplopia. The duration of presenting complaints ranged from 4 days to 2 months. None of the patients had a preceding infection, undue tiredness, difficulty in swallowing, ptosis intermittency in strabismus, associated pattern, or history of occlusion of one eye. Extra ocular movements were full in all the cases. \[[Figure 1](#F1){ref-type="fig"}\]. Case one and case four had floating saccades in horizontal versions. The esodeviation was comitant and there was no difference in the angle of squint with either eye fixing. Case one had esotropia more for distance than near and case three had esotropia only for near. The rest had equal amounts of esotropia for distance and near. Visual acuity was 6/6 N6 in all eyes except case three in which vision was 6/24 N6 in both eyes. A cycloplegic retinoscopy was performed on each patient. All patients had a low hyperopic refractive error. Fundus evaluation was done by indirect ophthalmoscopy. The fundus was normal in all cases except for case two, which had papilloedema. \[[Figure 2a](#F2){ref-type="fig"}\]. In addition to the ophthalmic examination, each child was examined by a neurologist and underwent neuroimaging. Case one and case four had a space occupying lesion (Pontine glioma). \[[Figure 3](#F3){ref-type="fig"}\] Case one and case four with pontine glioma underwent surgery, radiotherapy and chemotherapy. Case one succumbed to her disease and case four was lost for follow up.

![Picture of case five showing left esotropia with full horizontal versions](OJO-5-103-g002){#F1}

![(a) Fundus photograph of the right and left eye of case two showing papilloedema (b) Fundus photograph of the right and left eye of case two showing normal discs after treatment](OJO-5-103-g003){#F2}

![Axial FLAIR (a) and coronal (b) MRI brain showing a large intra-axial lesion (arrows) with cystic and solid component most likely a glioma causing expansion of the brain stem](OJO-5-103-g004){#F3}

Case two had a normal MRI and MRV. A lumbar puncture revealed a raised opening pressure and was diagnosed as benign intracranial hypertension by the neurologist and treated with acetazolamide. She recovered completely with resolved papilloedema, \[[Figure 2b](#F2){ref-type="fig"}\] to record a stereo acuity of 70 arc seconds (Titmus test) 2 months after her medical treatment.

Case three was diagnosed as spasm of accommodation based on the presence of variable angle esotropia for near, a myopic dry refraction, and hyperopic cycloplegic refraction. He was given glasses and counseled.

Case five was diagnosed to have a Type 2 AACE.\[[@ref2]\] She was given glasses and reevaluated after 2 months. There was no change in her squint with glasses. A recession/resection procedure was done in her left eye. She is doing well postoperatively.

Discussion {#sec1-3}
==========

The association of AACE with tumors of the posterior fossa is well-known.\[[@ref4]\] Neuroimaging was done for the following reasons in each case; cases one, four, and five had nystagmus,\[[@ref1][@ref2]\] case three came with diplopia, esotropia, and headache, and case four had papilloedema. Among the five patients, three had an underlying intracranial pathology. Case one had an esotropia more for distance than near and cases one and four, who had pontine glioma, also had floating saccades. There was no associated V pattern and the esotropia was the same in all positions of gaze. V pattern could have gone more in favor of a sixth nerve palsy.\[[@ref1]\] Even then; it could be possible that there initially was an abducens palsy which recovered. In cases of mild sixth nerve palsy in children the lateral rectus can recover quickly, but a comitant, moderate angled esotropia may remain.\[[@ref5]\] Patients with tumors of the infratentorial space may develop obstructive hydrocephalus and secondary esodeviation because of elevated intracranial pressure. Alternatively, they may develop an esodeviation by primary interference with pontine or cerebellar oculomotor control mechanisms responsible for maintaining horizontal ocular alignment.\[[@ref6]\]

Case two was diagnosed as benign intracranial hypertension (BIH). AACE is known to be associated with BIH.\[[@ref7][@ref8]\] Reversal of the cranial nerve palsy with lowering of the intracranial pressure is required to associate the palsy with BIH.\[[@ref7]\] Our patient had a complete recovery of the acute esotropia with medical treatment.

Contrary to the report that AACE is common and benign and does not need neuroimaging,\[[@ref3]\] we believe it is still an uncommon condition, which has to be evaluated meticulously, to search for signs indicative of central nervous system involvement. We feel that it is better to err on the side of getting a neuroimaging done since the association with intracranial tumors is ominous and life threatening.

Case three was diagnosed to have an accommodative spasm. This typically presents with intermittent esotropia and diplopia for near. The esotropia tends to be variable and miosis of the pupils accompanies the misalignment.\[[@ref9]\] Most causes of spasm of the near reflex are nonorganic, though some cases have been reported after closed head trauma,\[[@ref10]\] intracranial tumors, or chiari malformation.\[[@ref4]\] Case 3 presented to us 3 days after initial presentation with severe headache, which prompted us to get a neuroimaging done.

Case five was diagnosed to have a Type 2 AACE.\[[@ref2]\] This could have resulted from a decompensated esophoria. She was given glasses and reevaluated after 2 months. There was no change in her squint with glasses. A recession/resection procedure was done in her left eye. She is doing well postoperatively.

Conclusion {#sec1-4}
==========

Acute onset esotropia can be of a varied aetiology ranging from convergence spasm, to those harboring serious intracranial diseases. We reiterate that AACE has a small but significant association with intracranial disorders. Neuroimaging is a definite need in cases which cannot be proved to be either Type 1 or 2. We recommend that patients who present with acute onset of diplopia and comitant esotropia receive a complete ophthalmologic and neurological examination and a careful history taken to rule out cyclic esotropia, paretic strabismus, and myasthenia gravis, any of which may also present acutely.
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